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Abstract: ELAVLI1/HuR is a kind of RNA-binding protein, which belongs to a member of the embryonic
lethal abnormal vision (ELAV) family. It selectively stabilizes particular mRNAs and involves in post-transcriptional
regulation to mediate a variety of cell behaviors including proliferation, apoptosis, and differentiation. Recent studies
show that ELAVLI is closely related to tumor proliferation, neoangiogenesis, invasion, metastasis, and resistance to
cancer therapy. This review gives an overview on the relationship between ELAVL1 and tumor progression.
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JI& 6 B B8 S ML 56 2 11 1 (embryonic lethal — motif, RRM) . i 2 38 51 % %1 (RRM1 F1 RRM2) 7

abnormal vision like 1/human antigen R, ELAVLI1/HuR) RNA 454 AE i 244% . i RRM3 % T84 %€ RNA 2
E—MS 50BN RNAGSGEA, 8 EAYER EEEM. ELAVLI & A 9 RRM2 1

18 1 £8 72 155 {3 RNA (messenger RNA, mRNA) & $/F RRM3 Z [A] £ 7 1 4> 2 A £ 8k X7 (hinge

region,

AW, ELAVLI A& 345 HM RNA 85 & A H HR), %X k5 H fh RNA 454 8 1 [R5 2 Ak .

A w5 R A U M 59 RNA 35 5L ¥ (RNA recognition  ELAVLI 2 [ i HR XA A — > ELAVL1 &
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FRFH), XX ELAVL] & [ R 40 A% & 6 &
ZP, ELAVLI 2 15 mRNA 1) 3'- 3 3E Bl X (3'-
untranslated region, 3'-UTR) % AU JG % (AU-rich
elements, ARE) 8¢ ¢ (1R 5 I- 45 &, Mo o4 42 50
mRNA FFaE PR B RE 110,

ELAVLI & PR B R A . X ELAVL] &
MR ZEBRILE, BHiMERZLAEIMESEEKS
ELAVL] & F ¥4 W, 55 1 Fp e p38 £ 2R iG
AL 26 H P4 (p38 mitogen—activated protein kinase, p38—
MAPK ) 38 % o 76 5t bR 4 fa g b, RS 1Y p38-
MAPK 5 MAPK # {if #4925 19 ¥ i 2 (MAPK activated
protein kinase 2, MK2) VL TCiG M2 & W XA T 40
MR, A A ZE -1 (interleukin-1p, TL-18)
PTG MAPK Bl 6, J5 4 i — D B2 1k p38-MAPK .
T AL B p38—MAPK 5 MK2 | 334 {37 £ 75 52 1% 5% ik W
Ak, AT 0% MK2, I 22 8% MK2 5 ELAVLI & 1 %
gE A7 5 . ELAVL] 25 5 IL-6 mRNA Y ARE 454
G, SR MK2IERE G, iR, 552
oM H P HE C (protein kinase C, PKC) i . PKC
S FH 2 10 Bl [] 9 30 769 21 1 1 22 0 BR/ 9  R 2R
FIIBE R % . 78 N &R AN AL (human mesangial cells,
HMC) H, 1L % ' 5K 25 11 (Angiotension II, Angll) 55 4
A B I 45 ' 9K FE 1 B Z /R (angiotension type 1
S50, S PKCIFA S HE A4
¥ . 1AL PKC B R 1k RRM3 | 318 7 1) 22 &R ik
%, fE#kE ELAVLL 25 FH 55 mRNA SE AL 220 5
3 A AMP 3436 3§ (adenosine 5'-monophosphate —
activated protein kinase, AMPK) % . AMPK 7] LLi#
it Z Ry A LS W AR RS, R
T, FE R A LA K mRNA B SRR R, FoR )R
PR AE T AMPK {2 #F ELAVL1 £ (A M BT 254 A
¥, Z 3 ik AMPK 1845 B9 importina, 19 i B2 1L Al
CEALVERT, V89 ELAVLI B 40l E s, %
i s T AL B84 AT 5 v 8 AMIPK, Ji5 4 fia &% importina
1 | 105 17 22 28 1R 5 SLwh W2 Ak , 3R] 764 B 35 1 p300
hBY R, fih % importina ] b 22 43 #i & BR 5% 3k £ Wt AL .
% AL f9 importinal 5 ELAVL1 & 1 45 &, {2 i
ELAVLI & H#E A4, AMPK £ 3'-UTR X 3877
TEHAWAF = 7l #% , 4275 ELAVL1 5 AMPK Z [H]
A BEAEAEHAB P FE R

ELAVLI % 1 5! mRNA 45 4,

receptor, AT1)

M A% 2 R

WA Z G, El e, B, Sl .
ZRAERFENL, T2 mRNA 4548, e AH
N AR Y I, TR A SRR B —E MR, .
TENB IO A N Rz AR b, 4R A% N ELAVLL 8 1 %2
p38-MAPK 2 b AE FH . 45 & 4fl M 1) 255 B PR+ -1
(intercellular cell adhesion molecule—1, ICAM-1) Jf- %¢
RANET . JE 5T rhoks 2 R Y 5% B i1 fff ELAVLI
HE 207 A AR AR R AL, $8E ELAVLI & H
5 ICAM-1 mRNA 9 45 &, f& #F ICAM-1 % % .
ICAM-1 A5 AP s 40 O Jt 3 2 10, 2 ik & 2 Pk ey
W 7 38 25 A fiE (acute respiratory distress syndrome,
ARDS) M5 Z, ELAVLL A% 5 28 AR AL 2
71~ LA S Jirb e 0F S 1) 240 i DR A mRINA AT fig
ELAVLI 2@ 454, 1 15 B0 8 4h i o 42 5 8 5
R S8 A, I ELAVLL A% 282 v] g =& fH
A firbdeE i JRE P T AE T B

1 ELAVL1 EBSMEREHXZR

ELAVL1 &85 yE 40 R tE5E

ELAVL1 8 H A] Ll 5 5 — £ 90 3 58 A O 0
mRNA Z545, JFil Rl 7% 5% 5 s, Al vb K g it 240
¥ S0 2 R R 200 L 53 224 1) 1 5 A 48 mRNA Gk T
R DR R A ) 1

1.1.1  ELAVL1 % @ 538 & 2 4k (estrogen receptor,
ER) MR A2 1/ ELAVLL 8 345 A 800
ER 83 — RIE S AL @A e JE M 4 b 5, 4o
T 7L R FP M 3R G RS TR A A B B
WG MEM R 2, B R 2R Rk, D
5 MECR 2 AR BT RS G, R S R B HTRS 5E
G, fedtitEaniusg s, SR, anEE
K #6384 88 7 (eyclin-dependent kinases 7, Cdk7) . 32
Jz K B F (epidermal growth factor, EGF) | IL-18 .
g TR BE K7 — o (tumor necrosis factor—a, TNF—a) 45,
FITEMERR AR B AN [F) 7 S BOME R Z IR AL
PEERTIGFE F 5 093G . ELAVLY 8 (A 78 2L 8 40
ML 2355 ER PR AR S TEAR G, I AT LAGE i 4 i
JeE S FERE T o it M P fth 0 2 AR ELAVLI 8 RS
it SR S VR KT R M ) ER FH A 2L R 8 400 P 1 B g
Jil, HEGORFE A L, MR 52 R B B L AR s 2
Mo, AN A K 7 32 K 2 (human epidermal
growth factor receptor—2, ERBB2, formerly HER2) 3

1.1
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Wiz, 4. RNAZES

R ELAVL 5 M ik (%) ¢ 25

FikFtm, ELAVLI & #7557 4% ERBB2 YR ik .
Y A% H ELAVLL 2 (45 ERBB2 mRNA 3'-UTR 51
JE4ELG, 7 ERBB2 A KP4,

1.1.2  ELAVL1% ¥ 5 3R 84685 -2(Cyclooxygenase—
2, COX—-2) COX-=2 15t Hi ¥ it & E2 (Prostaglandin
E2, PGE2) 45 Fii 41 iR 25 19 4= i), 5w F 5% & 31 PGE2
() 58 e 2R IR A AR AR Y, IE R 4, COX-2
AT B PSR GE U LA RS
Jit g 2 2 rp, COX=2 1 P B I 3 517, COX-2 2
ELAVL1 () H4245 5 51, ELAVL] & H7E 40 A%
5 COX-2 mRNA 3'-UTR 454, & COX-2 mRNA %
¥, ff COX=2 55 5 K F- 42 &1, COX-2 5 ELAVLI
B A OC, L [EE T R 4 M A . COX-2
Al Gl o U B4 A I 9 A DG ] 2 (B—cell
lymphoma-2, Bel-2)$TIAT:; FIR AR 732 14
(epidermal growth factor receptor, EGFR) #F 47 ip 953 A=
5 il 5 phosphatidylinositol 3 kinase/protein kinase B
(PI3K/AKT) A4 AH B AT AR 328 e 3 20 23 4 i 2 1)
COX-2 5 ELAVLI SR 45 & 5, vl a4 e 20 M bt
JAT-RE T . HOET R % R A7 2 e R R A& R B
F i -3 (Caspase-3) /T 4RI Tl 7 B IME 4
Ryl NAEIRTE H Bel B 1S5 B 6 SR R R
LRIl & o FEAMRIRE T, 40 AT R AR N
Fasl 5 40M0R 02 AL 5, FICE M 2R R & AR
TE M-8 (Caspase—8 ) 24 , FifiJ5 i1 Caspase-3, Jii
FYMIPE TS . ELAVLL 5 COX-2 mRNA 454 I 4 5
HAE, e COX-2%%5%, 4N F B HY COX-2
7] Caspase-3 TG Ak, MIMANHIAHARIA T, f 2k
A AN AE . ELAVLL & A 7E PKCAYE T & A 0k
fb, SEMAZ M, B PKCJG, ELAVLI % %%
BZAME, COX-2 76241t rh SRR BEAR, 53 A WH5E
&L, ELAVLY 5 (38 3 A28 % N H 40 i 2 -18
(Interleukin-18, 1L-18) mRNA 3'-UTR, i i3 c—Jun %
LK Ui 3 B (c—Jun N—terminal kinase JNK) 52 3 4% %5
W, AN TL-18 2k /KF L. IL-18 dF— 2%t
COX-2 mRNA % 53¢ J5 84, A2 dE 40 M N COX-2 7K F-
FEiEr, COX-2 ¥ i% EGFR {2 1k i 5 40 i A 348 581221
Kk, COX-25Z R4t HFAH B/, 2 i
Ha5 , ELAVLI A K COX=2 78 i 20 it 184 5 0y 1
A= EH .

1.2 ELAVL1 EBSMEmE £ K

I A5 A R P e 200 i A K 3 B O B A 2B 1 T
bl PR ALZIRT A0 2 RPN IR -, A i P e AR
£ A F (vascular endothelial growth factor —A, VEGF-
A) BEIB S -1 (hypoxia inducible factor-1, HIF-
1) S SE A AR . EAERMFSE KB, ELAVLL &
PR 2R At R A AR, AR e o A
121 ELAVL1% &5 VEGF-A IM&EWNKAERKHA
T F % VEGF-A, VEGF-B. VEGF-C. VEGF-D
M VEGF-E 2 i, . VEGF-A {2 #F il 45 2k iz 8 4 &
ax WP . A K ax BT VEGR-A 518 N iz A KX
F 521K -2 (vascular endothelial growth factor receptor-2,
VEGFR-2) 3454, (i VEGFR-2 I B I 2 IR 5%
BWERe AL . 31k 1 VEGFR=2 filt & F i Sre [7] ¥ X 2
(steroid receptor coactivator homology domain 2, SH2) ,
£ 35 40 B AME 5 R I 172 (extracellular regulated
protein kinases 1/2, ERK1/2) . p38-MAPK # PI3K/Akt,
Wt — RGBT, PEPE I A >, ELAVLI &
15 VEGF-A {778 0 3 Ik, 7ERIL B IR T,
Jib 984 28 Jf rh ELAVLL 2 1 5 VEGF-A /KF 8] i I
P4, ELAVLI £ 138 34 5 VEGF-A mRNA 3'-UTR
G, WMVEGK Y33k, ek i A AR >, 4
¥k 7 A ELAVL1 3 15 VEGF-A Ml T AE ], 77 7E
miR-200 5 ELAVL1 Se G+ 0], W3 4b T 3 &7
flir, VA BTl i 00 i A O R B, TR T
VEGF-A mRNA 3'-UTR £ 7E miR-200 45 & v &5, %
fi s 5 ELAVLI 256 s H &, 2 miR-200 255 B,
AT BHAR ELAVLL 2 1 507 A /45 &, F mi i il i
Jed 1078 1 A i
122  ELAVL1 % & 5 HIF-1  HIF-1 J2& % fl f Bk
AT H T -la (HIF-1a) Il HIF-1B8 #4519 5 — %
R, RS, FEARA K -1 (transforming
growth factor—1B, TGF-1B) ¥4 1% Smad i }§ , #iE #Y
Smad3 2 g #F HIF-1 K- Fh i, ITTHEIS VEGE §%
S, PR SE A A R, ELAVLL 2 15 HIF-1 2
R DIREEE &R, TEW AT, HIF-1a 7EAHZ B2
TLEGVE ] T 34k, HIF-1 36PN e 40 i 4o
SEH A T A IR o, DU S R AL B R
HIF-1 36 P 39 3% , % 7% 7 mRNA 3'-UTR |- ELAVL1
e, ELAVLIE AP G5, fae Has
F, 24 HIF-1 %635 18 . HIF-1 5 Smad3 #3 [7] 1
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FH AR SE 1038 A g2, RS R B, HIF-1 4E A i
Je 05 AR N B AN M R -, LR R PN Y Rk K
V-1l BEAZ ELAVLL 5% 5% J5 P8 #5200 . ELAVLL o] GEJ2&
P A Aol TR AR Hho AR I B I A
1.3 ELAVL1 ZEBS5MBREZE . &E®

U8 27 2 A e 20 B DA G YR A5 1) S
FEIZH 2L A e A, s Al A2 Mo g 240 i S e R e
i g A 2 2 e R 4 DA TR e A AR NI LA
M SRR, AT, TS R kM
AN 7 B2 i 2 2 2E S RUAR [ R . ELAVLL 5 2
PR P A EAE R, S iR 28 55455 .
131  ELAVL1 &85 Snail 3% Snall FERE—2
BEAE R ST, 4045 Snaill . Snail2, Snail3. X 3 f
Snail N F45 G35 8 )74, P85 RN Rk,
Snail 7£ I FZ 6] 75 i %% 1k (epithelial mesenchymal
transformation, EMT) [ I8 35 Rt SC#E/EFH, EMT 2 [
B 1 I Re 42 28 M A 1 =22 SR (), Snail 8 1 R 36
I T 23175 5 EMT, I3 5 i 93 41 B 10 7R 21T
B R 22 LU B AR N % #5021, ELAVLL 25 (il i 5
Snail FHEAEH], fESEMIEIRE SR, FEHEHY .
ELAVLI & 1R 91 31 45 4 Snail mRNA 3'-UTR, a7E
Snail mRNA, 425 Snail 7 5% /K, 2 #E Snail &5,
3iF F¢ 3K Y Snail i 11 Snail-ETV7-SERPINE 3 % F
FERGER 1453k, (R EMT, 53500 R 40 i i 22 1k
M ¥ PR B SR, 53 A, M Pk BE 1 Seribble 3 4%
ELAVLI % 15 Snail (9 4H B AEH o Seribble & i P 8
HE AW E A 5y, A b R A 0 o
ZRENEMRE T, Scribble i 26 1A 42 2 iR 41 A2 &
5%:% ., —J7f, ELAVLI il i 55 Snail mRNA3'-
UTR %5 & 11 #F Snail % 52K 4/, 5 —J7 i,
ELAVLI % [1 5 Scribble mRNA3'-UTR i1 5 Jf- 45 4 ,
Scribble #5340, VEN p38-MAPK il f& 8 sh 7, {2
#EELAVLI A 2542, [RI4EAR 3 Snail A9 5% 57K, n
HEMT HEFE,
1.3.2  ELAVL1 % & 5 X f & /% % & B —9 (Matrix
metalloproteinase—9, MMP—9) L4 8 LR %
(matrix metalloproteinases, MMPs ) J& — KM EE N
JIkRE, BEA20Z ARG, Hd, MMP-9 [FH
A A MO AR, AE R e R R 28 T A AR
FHBA, 7L i 4 5 By PRI R 4 v E4IESE ELAVLL
5 MMP-9 ¢ 76 AH HAFE FH®=9, ELAVL1 & H i 5

MMP-9 mRNA3'-UTR £54, el th MMP-9 ik 7t
L, AN EE TR 22, M iR B SR
PR R, M A% 5 1R 28R B ETRYT M
[l — KM, ELAVLI 5 Snail Z %A1 MMP-9 2 [i] )
FHE A ¢ R 378 ELAVLI 78 B8 5 8% 512 28 07 1
Al RE A E AR
1.4 ELAVL1 EH 5MEmZE 4%

i RE Z E1 it 25 (multidrug resistant, MDR ) J2& 5 2
JIRE VA T R ) E BRI 22—, ELAVLI 2 1 5 i
JRTR 250k T A7 AE G, ELAVLL 2 (il 7 sk e
P = W R MR 45 & & (adenosine triphosphate
binding cassette, ABC) %1z 8 [1 ¢ % 1 & 1 BT 1 #42
P21, Zad B, ELAVLI 7E4E FH7E 4 mRNA fY
BPERY IS el e EEAE ] . ELAVLI HA4 S
T TN HAZ M A& JE A 5 (internal ribosomal entry site,
IRES), @i PKCBEm AL 70, iR, ©
¥4 Caspase-2 [ #1515 3R 1K 1Y Caspase—2 3 5 Jif I/
MR BTIRToRE T, BT e i 7 245 4 1 SR
20} A 5% 25 14 P-B5 85 (4 (P-glycoprotein ) J&—Ff ATP
W B 12 A, 8T ABC #4515 5 U R IG5 .
P-HEA HANAUAT D ik AR FH ALK 20 i N 9 A7
Zykas AN AL, i B AT LUE S A0 N 1Ry 259
TE RS G P A 40 B PN AT 245 WUk B PR A, B
R IR TR 25140, fF 5% & R, ELAVLI 7] 5 MiR-19b 4%
G, ZEEWERE P-FH 1 mRNA 258, JFEITE
p38/MAPK i # 56 iM% 842, SR P-HHEH = RIK,
I | Kk gt 259, 5546, R FE R PIM1 (Pim-1
Proto—Oncogene ) , —F 2228 % - I3 2 FR VA, o473k
SR AN M L A R LA B i A A A 1 T
25k . PIMI 38 A B R 0 AR 2K 306 S Bk 0 R T K1 -
AN IR s 250, ELAVLL 8 (1l 454 PIMI1
mRNA3'-UTR, MIIAE H a5 H), $2 5% stk -F
B bR 25 1E ., A BT TR R B, KRS
% RNA (long non—coding RNA, IncRNA) 4 IncRNA-
NR2F1-AS1 ., IncRNA-HANR | IncRNA-MALAT1 5§ 5
JieofEg ik 245 0 AH OGS, H i & L ELAVLL 5 IncRNA 2
[ AFAEAI AR, IncRNA-FENDRR A 5 £ 1iff 25 5L A
1 (multidrug resistance 1, MDR1)mRNA3'-UTR [X 254,
A 2 I8 240 LT A 25 P SR, I o e 2 B o
T, ELAVLI 5 IncRNA-FENDRR 3% %+ £ 4% & MDR1
mRNA3'-UTR, F# IncRNA-FENDRR $11 fi] i 92 1 2%

- 68 -



51334 MRE £, 4. RNAZES

R ELAVL 5 M ik (%) ¢ 25

MIYER, SECMDRI LN i Fik, 5 A0 5 i it
PR HRATEFSTEE S, ELAVLL 5 i 251 2 6]
AIREAEFEA N OC R, H AR ML v AS B, B 5T
ELAVL 5 S 2 it 245 FH ¢ 3% PR A9 AH B4 F AT B
A RAE S IR s 245 AL A 7 1wl

2 45iE

RNA Z5 4 8 M ELAVLL &2 —F R R E M,
LR FERT, Wt 2R 20 (E 50
SEMAZ AR, MRS AE #E mRNA (2544 . ELAVL1 i
SRR IR, PR 4 A I R mRNA (3R 35K F
PR AR e 7 . HATAFSE &30, ELAVLL 5 ZFp
AR FAHEAE T, TERPIRE ARG G . R . A
Az 1 B it 245 M D T AFAE — 8 CHE, UERH ELAVLL #f
FIE A2 AR F Jieb e o e ) — NV FE R B N . Rt
I ELAVLY A% 25482, A 07 20 1 5 o4 1) s 4
BH Wt ELAVLI 5 AH 5C 88 3% [ mRNA 9 45 & . FE K
ELAVL1 540 CHE 3 mRNA JE 5B & 0 10 R e v
SR AR RIR YT IR 1) — A7 ) . il it ELAVLL 5
i g6 i 24 1 56 R IR ABF ST & B, ELAVLI n] 5
miRNA | IncRNA A E AR, 3 [R5 e Jir g 48 A 1 it
2, BRI AR BLVE T B0 i A5 B AL i N
BT, X2 H S R e 2 — . 534,
ELAV K J% it £ & Human antigen B (HuB) | Human
antigen C(HuC) , Human antigen D (HuD) , iX 3 #1 &5
5 ELAVLL Z [a] /0 5 /E H B A0 6 A B ah, B v
ELAVLI fAH JEWF 581 ELAV S8 0% Hofth 2 (1 19 BFST
AT — B

& £ X B
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